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ity of myocytes consistent with cell prolif- 
long-term mechanical stress (51. 
When hemodynamic load is chronically elevated, cardiac 
mass may reach levels that far exceed normal, in which case, 
further cell enlargement (or hypertrophy) rather than cell 
proliferation (or hyperplasia) is responsible for this increase 
in weight beyond that of normal growth 03. consistent 
observations of myocyte ~y~~ropbic, but not pro~i~~rat~v~. 
growth have led to the concept that adult my 
“terminally differentiated” and are devoid of the capacity of 
FU 
mo~hornet~~ anAy& of the myoca 
autopsy series of elderly subjects, w 
increases in ventricular weight. The 
in the total number of myocyte nuclei as well as the cell size 
per nucleus in the senescent, hy~~rophied ventricles chal- 
ma of the terminally differentiated 
myocyte. They conclude that the marked increase in ven- 
tricular weight is a consequence of an expansion of intersti- 
tial area and an increase in the number of myocyaes as well 
as an increase in myocytc volume (7). The authors appropri- 
ately acknowledge the limitations of their study, particularly 
ii: assessment of the ave 
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strated that under pathologic co 
structural dilation requires a major reorientation (remodel- 
ing) of both the myocyte and interstitial components. In 
the aged myocardium under stress, the interaction between 
the interstitium and the myocyte may lead to an alteration 
in the genetic expression of the myocytes. Reciprocal cell- 
to-cell interactions between the microvascular endothe~ium 
and adult myocytes in coculture (20) may provide a clue for 
the unusual finding of latent mitotic activity of ahe myocyte 
under a major mechanicall stress. 
The coupling of cell size and cardiac chamber configura- 
tion during normal growth and the compensated phase of 
hypertrophy underscore the feedback control between me- 
chanical stress and growth. Several possible transducers of 
mechanical load and myocyte growth have been proposed 
(21-23). This important work, however, focuses on the acute 
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